A case of cerebral toxoplasmosis in a 57-year-old female is reported, considered to be an acquired form of the disease, although no obvious immunosuppressive illness preceded the history . Clinical findings showed other interesting features with this patient, who developed convulsive disorders and had calcified round lesions in the basal ganglia and cerebral hemisphere . Toxoplasmosis antibody test was strongly positive and histological examination revealed intracellular protozoan toxoplasma .
Introduction
Toxoplasmosis is a relatively rare infectious disease caused by toxoplasma gondii, an obligate intra cellular protozoan, widely prevalent among domestic animals and humans throughout the world. The clini cal features vary, according to the patient's age and two forms of toxoplasmosis are known, i.e. the con genital and the acquired.
However, the acquired form of toxoplasmosis in human adults is extremely rare and, furthermore, cerebral toxoplasmosis re sulting in a space occupying lesion belongs to a very rare type.',") In recent years, cerebral toxoplasmosis has become a subject of concern with regard to the in creasing incidence in patients in an immunosuppres sive state.',") Several cases have been reported in pa tients with autoimmune disease,') cancer,") and malig nant lymphoma."-")
The authors are reporting one case of cerebral toxoplasmosis, which had two round calcified masses in the basal ganglia and parietal lobe.
Case Report
A 57-year-old housewife was admitted on April 30, 1983, because of right hemiparesis and convulsive disorders of recent onset. In 1956, she received hospital treatment for pulmonary tuberculosis for six months. Reportedly she had received regular anti biotic treatment. Neurological examination on admis sion revealed mild right hemiparesis with increased deep tendon reflexes, but without any retinal abnor malities. She was conscious and cooperative without any evidence of increased intracranial pressure. Plain skull X-rays showed two round shaped calcifications, one in the right parietal lobe and the other in the right basal ganglia (Fig. 1) . CT scan demonstrated a round calcified lesion with surrounding low density in the right parietal subcortical area ( Fig. 2A) , and the other small calcification in the right basal ganglia, ac companied by a rod-like porencephalic abnormality, but with no perifocal edema (Fig. 2B ). Moderate con trast enhancement was observed only in the former around the lesion. RI brain scan also demonstrated a mild uptake only in the former and cerebral angio graphy showed less vascular mass effects in the parie tal region, but no abnormality in the basal ganglia.
Blood chemistry showed nothing in particular, with serum calcium, phosphate and parathyroid hor mone in the normal range. Peripheral blood analysis was normal and serological test for syphilis was negative. Skin test for tuberculosis was positive and toxoplasmosis antibody by the hemagglutination method was reportedly positive at a dilution of 1:512.
A right parietal free bone flap craniotomy was per formed on March 17, 1983 and the cortical surface revealed a brownish discoloration.
In the depth of 2 to 3 cm, a solid yellowish white mass was found and was totally removed. The mass had a cheese-like con sistency, was partially softened and was 4 cm in the largest diameter. Microscopic examination disclosed diffuse coagulation necrosis of the brain tissue sur rounded by fibrous tissue in the capsular portion, in which a marked inflammation was evident with cellular infiltration.
Macrophages and plasma cells predominated in the infiltrative zone, where intra cellular groupings of pseudocysts were seen at the capsular portion, and protozoan toxoplasma was diagnosed (Fig. 3) . HE stain, X200.
Discussion
Toxoplasmosis is one of the most widely distributed protozoan infections found in humans. Etiologically the disease is caused by toxoplasma gondii, an obligate intracellular parasite, that gives rise to a wide spectrum of diseases in mammalian and avian hosts. The vast majority of toxoplasma infections in humans give no symptoms.
However, in a recent report on CT findings of the immunologically com promised host with toxoplasmosis, Enzmann et al." have described a lesion mimicking a brain abscess. As the predisposing factors of acquired cerebral toxo plasmosis, the immunosuppressive state will certainly give rise to the clinical manifestations of the disease.',") Bamford') described 12 cases with toxo plasmosis who presented signs of space occupying cerebral lesions, among which 11 patients suffered from disorders of the immune system. Vietzke et al.") suggested that the incidence of toxoplasmosis in cancer patients is prone to be high, and even higher after treatment with immunosuppressive agents. Powell et al.") pointed out also that the morbidity increased in the immunologically compromised state. Recently, Handler et al.') described six adult patients with acquired immune deficiency syndrome (AIDS) who developed intracranial toxoplasmosis.
Our pre sent case had a history of pulmonary tuberculosis as a possible predisposing factor, although this was quite remote. 
